fractions and congestive heart failure. N Engl J Med 1991; 325: 293-302 . If the rupture is gradual, the space into which the rupture opens can be confined by the epicardium and pericardial adhesions. This outcome has been described as pseudoaneurysm [31 which is prone to spontaneous rupture and therefore requires surgery as soon as diagnosed'
41
. Echocardiography is the technique of choice to recognize free wall rupture early and accurately
131
. Pericardiocentesis can relieve tamponade in patients with free flowing pericardial effusion while they await surgery.
We present a patient in whom echocardiographically guided pericardiocentesis led to long-term survival without either subsequent surgical repair or pseudoaneurysm formation. Such a case, to our knowledge, has not been reported in the literature.
A 76-year-old man was admitted to our hospital within 15min of syncope without previous cardiac symptoms. The patient presented in shock with distended neck veins and no signs of pulmonary congestion. The electrocardiogram demonstrated ST segment elevation and Q waves in inferior leads. The elevation of CPK, CPK-MB and alpha HBDH enzymes proved the diagnosis of acute myocardial infarction of more than 24 h duration. Because of the shock and the signs of tamponade, echocardiography was promptly performed. It showed inferior wall akinesia and pericardal effusion which was 24 mm in diastole on the diaphragmatic surface of the right ventricle. In the pericardial space there was an echo-dense mass consistent with clot. The right ventricle and the left atrium were compressed and the inferior vena cava was dilated (Fig.  1) . Echo guided pericardiocentesis with Seldinger's technique produced 250 ml arterial blood (haematocrit 25%, pO 2 90mmHg) and sudden improvement of the patient's haemodynamic and mental state. As the staff were busy with other patients, emergency surgical intervention was not possible, therefore pericardial drainage was continued for a week. Recurrent bleeding was ruled out by echocardiographic monitoring. On the pre-discharge echo there was no pericardial effusion and a bulge was visualized on the inferolateral wall consistent with true left ventricular aneurysm. At 24 months follow-up the patient is alive and well.
In this patient rupture developed suddenly. Although echocardiography suggested intrapericardial clot, apparently there was no massive thrombus formation as the pericardial effusion could be tapped by centesis. The lack of anticoagulant treatment, the probable small size of the rupture plugged by thrombus and a compliant pericardium might explain the successful outcome in this case. In a patient with recent myocardial infarction with haemodynamic instability or in patients with unexplained haemodynamic catastrophe (as in our case) immediate echocardiography is essential.
However 
Biventricular thrombus mimicking eosinophilic endomyocardial disease
We report a case of a patient with eosinophilia and a clinical and haemodynamic picture of restrictive cardiomyopathy in whom extensive biventricular apical obliteration, mimicking the appearance of eosinophilic endomyocardial disease, proved to be almost entirely thrombus which resolved after treatment. Our case highlights the difficulty in distinguishing between apical mural thrombus and endocardial thickening on echocardiography. This distinction is important in clinical management, especially if surgery is contemplated for advanced eosinophilic endomyocardial disease.
A 26-year-old man with a history of ulcerative colitis was found to have signs of severe predominantly right sided cardiac failure. He had been on suphasalazine for 11 years. The cardiovascular findings were a markedly raised venous pressure, S3 gallop, peripheral oedema and ascites. The patient also had a temperature of 38° C, a smooth 2 cm liver edge and small lymph nodes in the left axilla and right groin. A marked eosinophilia 6xlO
9 .l~' with total white cell count of 14-6 x 10 9 .l~' was found. The IgE level was elevated at 294kIU/l (NIK 120).
Echocardiography showed obliteration of apices with echogenic material extending into inflow tracts (Fig. 1) . The tricuspid valve leaflets remained open during systole allowing tricuspid regurgitation. The right atrium was enlarged. Ventricular systolic function was preserved. Cardiac catheterization demonstrated almost identical pressures throughout the right heart chambers and a dip and plateau configuration consistent with a restrictive physiology. The coronary arteries were normal. A biopsy was not taken because of the risk of . Anticoagulation was also started to reduce the risk of thromboembolic complications. Despite this, the patient developed occlusion of the right popliteal artery due to embolization of thrombus. The eosinophil count came down with treatment and remained normal. At follow-up 6 months later, he had no overt signs of heart failure other than a third heart sound and echocardiogram showed complete
